examination which showed predominantly megaloblastic haemopoiesis. The other investigations which were done were a faecal fat excretion, which was 0-83 g in 3 days, which is very minute, and a glucose tolerance curve which was flat, the initial blood sugar being 60 mg per cent, and rising to 106 mg per cent at the end of 2 hoursMaximal histamine test meal showed free acid, serum proteins were 5-9 g/100 ml with slightly raised gamma globulin; serum albumin was normal. Serum potassiums phosphate and alkaline phosphatase were also within normal limits. However the barium meal and follow-through, which was done, showed a grossly abnormal pattern of the distal part of the small gut.
meal and follow-through reports. Dr. Naish suggested that in view of the history 0* delicate health as a child her malabsorption state might be due to coeliac disease an" advised waiting for jejunal biopsy and xylose excretion test. The excretion test \vas within normal limits i.e. after giving 25 g of xylose the patient excreted 4-8 g withif 5 hours. The jejunal biopsy was rather interesting. The X-Ray showed the capsule to be in the left iliac fossa, so Dr. Naish took a biopsy but Dr. Brown reported "norma1 gastric mucosa"! At this stage, considering the patient's rather unco-operative behaviour, it was decided not to attempt anything further. At the same time assumed that the stomach was drooping and was right down in the left iliac fossaFrom all these tests Dr. Naish considered a diagnosis of macrocytic anaemia due t? malabsorption of either folic acid or vitamin B12 and decided not to put her on a gluten' free diet. At this stage Dr. Lewis was consulted about treatment, whether to start with vitamin B12 or folic acid initially and to assess the reticulocyte response. She was puj on vitamin B12, 1000 micrograms a day, and the reticulocyte response was observed daily for 7 days. By the end of the seventh day the reticulocyte count was less thai1
?n folic acid 5 mgm three times a day. On Dr. Read: This illness seems to fall into two phases as we have seen. I think there 15 some evidence here of malabsorption of the "mucosal defect" type. The reason I sa) this is that she has most of the abnormalities one finds in a proximal bowel lesion, tha* is she has a flat glucose tolerance curve; she is anaemic and this is almost certainly 3 folic acid deficiency, folic acid being widely absorbed up and down the alimentaf) tract one needs a very diffuse mucosal deficiency in order to get anaemia due to mal' absorption of it. The only type of malabsorption that will make you folic acid deficiefl1 is a mucosal lesion of the idiopathic steatorrhoea or coeliac disease group. I mus' admit however that the normal xylose excretion is a blow.
You might say that we have already shown that she had not got steatorrhoea so ho^ can we say that she has this mucosal lesion? Well, admittedly it is sometimes vert difficult to show up steatorrhoea in patients who are in hospital. You know very we' that patients who have diarrhoea when they come into hospital almost always celebrate the event by having tenacious constipation and it is very difficult then to get satisfac' tory fat balance studies on them. This is why I think that fat balance studies should be done when patients are up and about the ward and on as high a fat intake as jS possible. The fat balance here was negative but I do not think this excludes there beiflr a mucosal abnormality, or even latent steatorrhoea. 
